



もつ(Altman and Bayer, 1997)。近年では、自
閉症や統合失調症といった神経発達障害におい
て小脳の形態的･機能的異常が報告されており
(Kulynych et al., 1997; Vogeley et al., 2000;
Levitt et al., 2003; Sallet et al., 2003; Harden et












































































H3 (PH3)抗体(ab10543; Abcam, Cambridge,
UK)、神経細胞マーカー抗体であるウサギ抗神
経細胞核抗原(NeuN)抗体(ABN78; Millipore)、
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Probes, Eugene, OR, USA)の混合液を使用し
た。また、蛍光標識 streptavidin液漓(抗 NeuN
抗体を可視化)には、Texas Red(赤色蛍光色素)
標識 streptavidin 液(1:100)(Vector Labs)を、










Vector Labs)と Alexa 488 標識抗マウス IgG
(1:500)の混合液を使用した。また、蛍光標識
streptavidin 液漓(抗 HDAC1 抗体を可視化)
には、Texas Red 標識 streptavidin 液(1:100)
(Vector Labs)を、蛍光標識 streptavidin 液滷
(抗 NeuN 抗体を可視化)には、AMCA 標識
streptavidin液(1:100)(Vector Labs)を用いた。
一次抗体漓の希釈には、10%正常馬血清(NHS)
(S-2000; フナコシ, 東京)/0.1% Triton X-100
(Sigma-Aldrich, Inc., St. Louis, MO, USA)/
PBS 溶液を、一次抗体滷の希釈には Biotin 液
(1:50)(Vector Labs)/PBS溶液をそれぞれ用い
た。また、二次抗体漓と滷、Texas red および
AMCA 標識 streptavidin の希釈には、PBS を
用いた。
蛍光染色された切片で、小脳半球の皮質を蛍





















































(Fujita et al., 1966; Altman, 1969, 1972)。外顆
粒層はさらに神経前駆細胞からなる外層と分化
中の遊走前神経細胞からなる内層に分けられる
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Ontogenetic trajectories of external granular layer and expression
of histone deacetylase 1 immunoreactivity
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Abstract
The present study examined immunohistochemically changes in laminar aspects and histone deacetylase 1
(HDAC1) expression in the mouse cerebellar cortex during postnatal days (PDs) 4 to 21. The external
granular layer (EGL) was divided into two substrata during PDs 4 to 10: outer substratum defined by
proliferating nuclear antigen (PCNA) immunostaining; and inner substratum defined by NeuN
immunostaining. Phospho-Histone H3-immunoreactive mitotic calls were observed in the PCNA-
immunopositive EGL outer substratum. They were most frequent at PD 4, declined gradually with postnatal
ages, and then disappeared by PD 14 by drastically thinning of both outer and inner substratum. HDAC1
immunostaining appeared in both outer and inner substrata of the EGL during PDs 4 to 10, and was also
found in NeuN-immunopositive neurons in the internal granular layer at PD 7 and thereafter. The present
results suggest that HDAC1, which is known to be involved in epigenetic regulation, is expressed in
proliferating and differentiating EGL cells and also in differentiated cerebellar cortical neurons following the
disappearance of the EGL.
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